. DNA damage, subsequent apoptosis and death prior birth occur specifically in Hdac1 Δ/Δn Hdac2 Δ/Δn mice. (A) Percentage of genotypes of living mice. Each of the four genotypes should occur with a probability of 25%. In total 84 mice were analyzed. (B) Representative immunoblot analysis of E14.5 wild-type littermate controls versus Hdac1 Δ/Δn Hdac2 Δ/Δn brain extracts. The membrane was probed with antibodies against HDAC1, HDAC2 and β-actin was used as loading control. (C) Representative fluorescent IHC stainings of HDAC1 (red) and HDAC2 (green) in E14. 
Hdac2
Δ/Δn and Hdac1 Δ/Δn Hdac2 Δ/+n brains.
For immunoprecipitations P0 brain protein extracts from Hdac1
Δ/+n Hdac2 Δ/Δn (A) and Hdac1 Δ/Δn Hdac2 Δ/+n (B) and the corresponding wild-type littermate controls were incubated with antibodies against CoREST, SIN3A and MTA1 and immunoblot analyses were performed with inputs and IPs. The membranes were probed with antibodies against HDAC1, HDAC2, CoREST, SIN3A, MTA1 and β-actin was used as loading control. Δ/+n Hdac2 Δ/Δn brain extracts. The membrane was probed with the LC3 antibody and β-actin was used as loading control. The LC3 antibody recognizes both forms of LC3: the cytoplasmic LC3-I (18 kDa) as well as the smaller lipidated form LC3-II (16 kDa) generated during autophagosome formation. As a positive control for LC3-II, N2a cells were treated with 10 µg/ml Bafilomycin A1 for 18 hours, which disturbed the fusion between autophagosomes and lysosomes and thereby led to accumulation of autophagosomes. As a control, N2a cells were treated with DMSO alone. Download Table S1 Download Table S2 Download Table S3 
